The pathogenesis of juvenile chronic arthritis (JCA) is poorly understood. The presence of antinuclear antibodies,'14 anticollagen antibodies,5-8 anti-T-cell antibodies,9-" rheumatoid factors,12-14 and other autoantibodies '5 16 in patients with JCA suggests that an autoimmune process is taking place. In other autoimmune diseases, such as systemic lupus erythematosus and progressive systemic sclerosis, there seems to be an inherited tendency towards autoantibody formation,17-21 but, as far as we are aware, this has not been previously investigated in JCA.
Studies of familial patterns and HLA associations22-29 have provided evidence for a genetic predisposition to JCA. There also seems to be an increased prevalence of autoimmune disease in the families of patients with JCA,30 but the prevalence of autoantibodies in these families has not been reported. In this study our first aim was to report the prevalence of antinuclear antibodies among 66 first degree relatives of 20 patients with JCA, and to determine if there were common patterns of these antibodies among family members.
The antigenic specificities of most antinuclear antibodies associated with JCA are undetermined, though there is evidence that some of the antinuclear antibodies are directed against histones.3' 32 Our second aim was to clarify some of the cellular constituents to which Ahern, K Shepherd, R McEvoy, J B Ziegler, autoantibodies are directed in patients with JCA by immunoblotting techniques. Our third aim was to investigate antibodies to cardiolipin in our patients with JCA by an enzyme linked immunosorbent assay (ELISA). This family of autoantibodies has a close clinical association with the presence of antinuclear antibodies.
Patients and methods
Twenty three patients with juvenile chronic arthritis33 were arbitrarily selected from patients attending paediatric arthritis clinics. Eighteen children had pauciarticular onset JCA (14 girls, of whom nine also had chronic anterior uveitis, and four boys, only one of whom had chronic anterior uveitis). One girl had systemic onset disease and four children had polyarticular onset (three girls and one boy); none of these five patients had chronic anterior uveitis. Four patients were HLA-B27 positive (three boys and one girl with pauciarticular onset disease). All patients had had active disease for at least one year before the study, and most were taking non-steroidal anti-inflammatory drugs; several were also taking slow acting antirheumatic drugs (gold or penicillamine). common with the proband with JCA. In addition, the prevalence of antinuclear antibodies noted in the families from our study (14%) was much higher than that expected in the general Australian population (3-5%).39 Clemens There is other evidence that families of arthritic children are predisposed to autoimmunity. A survey of 888 first degree relatives of 64 52 The significance of these autoantibodies in JCA is unclear. None of our anticardiolipin antibody positive patients has had any clinically apparent thrombotic episodes, the feature which most commonly links adult patients with antiphospholipid antibodies.53 54 Interestingly, 33% of a series of adult patients with rheumatoid arthritis had anticardiolipin antibodies, but no significant correlation with recurrent thrombosis could be found. 55 Our results have highlighted the occurrence of autoantibodies in other family members of patients with JCA, though we have not been able to define a specific autoantibody common to all of our patients. Future research in this area may increase our understanding of the genetic basis of JCA. 
